
Figure S1. ALP and SOX2 expressions in iPSCs derived 
from patients. Each iPSC (N‑1, N‑2, N‑3, T‑1, T‑2, T‑3) was 
subjected to western blot analyses with 2 antibodies against 
representative stem cell markers, anti‑ALP (rabbit polyclonal, 
Santa Cruz, Dallas, TX) and anti‑SOX2 (rabbit polyclonal, 
Proteintech, Rosemont, IL) antibodies to evaluate the stemness 
of iPSC clones. HaCaT cells (an immortalized human kerati‑
nocyte cell line) were employed as a control. The membrane 
was also probed with anti‑GAPDH and β‑actin antibodies 
to confirm adequate protein loading each lane. Arrowheads 
indicated signals for proteins of interest. T, toxicity; N, no 
toxicity; iPSCs, induced pluripotent stem cells; ALP, alkaline 
phosphatase.



Figure S2. Cell viability of iPSCs cultured with gefitinib of 
serial concentrations. The cells were incubated with WST‑8 
(Cell counting kit, Dojindo, Kumamoto, Japan) after 2‑day 
incubation with gefitinib of serial concentrations (0, 3, 6, 
10 µM). Dose dependency of gefitinib in the assay was statisti‑
cally analyzed in each group (n=3). Notice that the cells in 
T group were more strongly damaged with gefitinib in a dose 
dependent manner, compared to those in N group. *P<0.05, 
Dunnett's test. T, toxicity; N, no toxicity; iPSCs, induced 
pluripotent stem cells.



Figure S3. Photographs of iPSCs cultured with gefitinib of serial concentrations. The cells from (A‑D) N‑1, (E‑H) N‑2, (I‑L) N‑3, 
(M‑P) T‑1, (Q‑T) T‑2, and (U‑X) T‑3 were treated with gefitinib of serial concentrations [0 µM (A, E, I, M, Q, U), 3 µM (B, F, J, 
N, R, V), 6 µM (C, G, K, O, S, W), 10 µM (D, H, L, P, T, X)]. At day 2 after gefitinib treatment, the photographs were taken with 
EVOS XL Core Imaging System (ThermoFisher, Waltham, MA) at the magnification of 10x. T, toxicity; N, no toxicity; iPSCs, 
induced pluripotent stem cells.



Figure S4. CYP3A4 expression following gefitinib treatment 
in the clones of patient‑derived‑iPSCs or iPSC‑heps from 
the N or T group. Western blot analyses of (A)  iPSCs and 
(B) iPSC‑heps from the N or T group. CYP3A4 expression was 
detected with an anti‑CYP3A4 antibody (rabbit polyclonal, 
Proteintech®, Rosemont, IL 60018, USA). Densitometric anal‑
yses were also performed for (C) iPSCs and (D) iPSC‑heps 
using ImageJ software. The densities of CYP3A4 were normal‑
ized with the those of GAPDH in each case. (E) iPSC‑heps 
were cultured with gefitinib at indicated concentrations (0, 3, 
6 µM) for two days. The cell lysates were subjected to western 
blot analysis. CYP3A4 expressions were detected with their 
respective antibodies. GAPDH was used as a loading control. 
(F)  Densitometric data was presented, as shown above. 
T, toxicity; N, no toxicity; iPSCs, induced pluripotent stem 
cells; iPSC‑heps, iPSC‑hepatocytes; CYP3A4, cytochrome 
P450 3A4.


